Postictal aphasia has been described in left temporal lobe seizures. It may be of fluent, non-fluent or global type. We present here a patient who displayed signs of mixed transcortical aphasia (MTCA). The patient was a 67 year old man who underwent excision of a left frontal parasagittal meningioma in 1987. Since then he has been treated with phenytoin for generalized tonic-clonic seizures (GTCS). He was admitted in status epilepticus. On awakening, the patient was non-fluent with palilalia and echolalia. His repetition was relatively preserved but all the other language functions were impaired. This picture faded away within a few hours. Brain CT, performed during this postictal state, was normal except for signs related to frontal craniotomy. SPECT, which was performed after language functions returned to normal, displayed left frontal, cingular and insular hypoperfusion. The postictal language dysfunction of the patient corresponded to MTCA. Although our case has frontal, he had no other structural lesion that could explain either diffuse ischemia of the left hemisphere or watershed areas secondary to the generalized seizures. The uniqueness of this case is the combination of postictal MTCA with good prognosis.
INTRODUCTION
Mixed transcortical aphasia (MTCA) results from isolation of the speech area by extrasylvian lesion of the border zones between the middle and anterior and posterior cerebral arteries. It is characterized by a global aphasia with relative spare of repetition 1 . Postictal aphasia has been described in left temporal lobe seizures [2] [3] [4] . It may be of fluent, non-fluent or global type 3 . The present case displayed signs of postictal non-fluent aphasia with characteristics of MTCA.
CASE REPORT
The patient was a 67 year old man, right handed, who underwent excision of a left frontal parasagittal meningioma in 1987. Since then he had a mild right hemiparesis, and has been treated with phenytoin for generalized tonic-clonic seizures (GTCS). He was admitted for status epilepticus that lasted less than 2 hours and consisted of 5-6 consecutive GTCS without recovery of consciousness between them. On awakening, after he received phenytoin IV, the patient was non-fluent with palilalia and echolalia, his comprehension was impaired but his repetition was preserved for short sentences (up to 6-7 words). The other language functions were impaired (naming, reading, writing) and the other cognitive functions could not be assessed because of comprehension deficit. He had no behavioral disturbances. He also displayed signs of spastic right hemiparesis with bilateral extensor plantar responses. Within a few hours comprehension improved drastically but he was still relatively non-fluent, with normal automatic speech. After 48 hours, his language capacity returned to normal. The rest of his examination revealed a mild abstraction incapacity and very mild right hemiparesis, with right Babinski signs. His postictal EEG showed left frontal slow (theta and delta waves) activity and brain CT was normal except for signs related to parasagittal (left > right) frontal craniotomy, with an enlarged left frontal horn of the lateral ventricules. SPECT, which was performed after language functions returned to normal, displayed left lateral frontal, anterior cingular and insular cortical hypoperfusion. On admission, the phenytoin blood level was within the therapeutic range.
DISCUSSION
The postictal clinical picture of the patient corresponded to MTCA, as expression of Todd's paresis. Todd's paresis is usually associated with underlying lesions 2 , and indeed our patient had left frontal postsurgical sequelae. Its mechanism is unclear 2 . Postictal aphasia generally reflects dysfunction of the area from which seizures arise rather than areas involved by spread 3 . The present case displayed signs of MTCA. MTCA has been described in patients with multifocal and/or extensive left hemispheric neuronal damage, with relative sparing of the perisylvian language area, and has generally poor prognosis 1 . Our case had frontal, but no other structural lesion that could explain diffuse ischemia, and recovered promptly. The fact that MTCA in this patient was so rapidly reversible suggests that it was due to transient functional diffuse ischemia, induced by his etat de mal. This view can be supported by the fact that he also had concomitant bilateral Babinski signs. We cannot exclude that the language dysfunction that we observed was in fact global aphasia wherein repetition was the first aspect of language which resolved promptly. This seems improbable because echolalia is usually associated with extrasylvian aphasias 1 .
CONCLUSION
The present case of postictal MTCA seems therefore to be an unusual clinical picture of Todd's paresis, that was associated with good prognosis.
